Introduction
Addison's disease is relatively uncommon disease in western countries. It can present as a life threatening crisis because it is frequently unrecognized in its early stage 1 . The prevalence of chronic primary adrenal insufficiency (Addison's disease) has been reported to be 39 to 60 per million population 2 . The most common cause was formerly tuberculous adrenalitis, but now it is auto immune adrenalitis (slow destruction of the adrenal cortex by cytotoxic lymphocytes), Sometimes accompanied by auto immune Thyroid disease and other autoimmune endocrine deficiencies (autoimmune polyglandular syndrome) 3 . Tuberculosis was overwhelmingly the commonest cause but 20 years later accounted for only 1 in 5 United Kingdom (UK) cases. As with other AI diseases there is a familial incidence and female preponderence 4 . If autoimmune adrenatitis is the underlying disorder the medulla is usually spared 5 . All causes of primary adrenal insufficiency involve the adrenal cortex as a whole resulting in a deficiency of cortisol and aldosterone (plus adrenal androgen), although the severity of the deficiency may vary 6, 7 . We encountered a child suffering from Addison's disease recently in our ward. As this was a rare case particularly in the children we found interested to publish as a case report.
Case
A boy of 13 years was admitted with the complaints of abdominal pain for one and half years, black discoloration of whole body for 4 months and anorexia, weight loss, weakness for the same duration. Abdominal pain was not so severe in intensity initially but it increased in severity for the last four months. Black discoloration was first observed in the elbows and knees. No history of such disease in the family. There was no relevant drug (Fig.-1) .
CASE REPORTS

ADDISON'S DISEASE IN CHILDREN
On examination the boy had hyper pigmented lesion all over the body with pigmentation in the gum and soft palate. Blood pressure was 70/40mm of Mercury (Hg). There was no organomegaly but tenderness was present in the right hypochondriac region. There was no other systemic abnormality. The patient was clinically diagnosed incidentally as Addison's disease On investigation Hemoglobulin (Hb%)-68%, Erytrhocyte Sedimentation Rate (ESR) 82mm in the first hour, Total count of White Blood Cell (WBC) 10,700/cmm, Neutrophils 67%, Lymphocytes-30%, Eosinophils -3%. Urine for routine analysis was normal. Ultrasonogram (USG) of the whole abdomen, X-ray chest, X-ray skull was normal. Electrocardiograph (ECG) showed sinus bradycardia, Bacilli Culmitti Gurine (BCG) Acceleration test was negative. Serum Electrolyte was done and found Sodium (Na + ) 119.5mmol/L, Potassium (K + )-6.2mmol/L, Chloride (Cl -) 85.6mmol/L, Bicarbonate (HCO3 -) 25mmol/L, Random Blood Sugar (RBS) 4.8mmol/L, Hepatitis B Surface Antigen (HBsAg) was negative. Serum cortisol level was 40.71 ng/dl, normal value was (147-251ng/dl). The boy was finally diagnosed as Addison's disease after summarizing these clinical and investigation reports. The boy was treated accordingly with Prednisolone and Hydrocortisone. He was improved and discharged with these drugs and kept for follow up.
Discussion
Addison's disease is rare in children. It is estimated to be 1 in 10,000. 4 The various etiologies of addison's disease can be grouped in to three categories: 1) Adrenal dysgenesis; 2) adrenal destruction; and 3) impaired steroidogenesis of the adrenal gland currently accounts for most of the cases presenting outside of the newborn period 8 . Recently discovered causes of primary adrenal insufficiency are the acquired immunodeficiency syndrome (AIDS), in which the adrenal gland may be destroyed by a variety of opportunistic infectious agents in up to 5 present of patients in late stage of the disease 9, 10 . Our case is also thought to be caused by autoimmunity because we excluded all the probable causes including the tuberculosis. The boy was 13 years old, which was also similar in the age of incidence. Autoimmune disease is a familial incidence with female preponderance entity. The exception was that we encountered male child with no familial incidence of the disease.
Addison's disease presents with fatigue, Muscular weakness, abdominal pain, vomiting, Diarrhoea, salt craving, Behavior change. Headache, sweating, Depression, Muscle and joint pain, postural hypotension, weight loss, generalized pigmentation, darked skin creases, pigmentation of buccal mucosa and nail beds and associated vitiligo and / or goiter were the other presenting features 8 .Presenting features of our case were abdominal pain hyper pigmentation, anorexia, wt loss, weakness, hypotension.
High plasma renin and / or increased night Adreno Cortico Tropin Hormone (ACTH) levels low ACTH stimulated cortisol responses, hyponatremia, hyperkalemia, hypoglycemia, Eosinophilia and lymphocytosis is found in Addison's disease 8 . Eosinophilia, lymphocytosis was not observed in our case but there was hyponetremin, hyperkalemia, hypoglycemia and low cartisol level. We could not investigate plasma renin and ACTH level for lack of facilities. X-ray skull and chest was done but no abnormalities were detected. The standard test for detecting antibodies against the adrenal cortex is the indirect immunofluorescence technique used on sections of bovine or human adrenal cortex cut in a cryostat. The sensitivity of this test in patients with autoimmune adrenalitis about 70 percent and the specificity is very high. Recently a simple binding assay that uses radio labeled recombinant human 21-hydroxylase was described 3 . Its sensitivity and specificity were higher than those of the older assay in patient with autoimmune adrenalitis. This assay is not feasible in our context but our case was labeled as autoimmune adrenalitis by method of exclusion of other causes of the disease and by supporting investigations. We suspected the patient when he seeked advice due to weakness and fatigability.
Early detection of the case is needed because primary adrenal insufficiency can become a life threatening disorder in any stressful situation, since cortisol secretion can not be increased at all. Treatment of adrenal crises with full recovery of a dangerously ill patient within a few day is one of the greatest achievements of modern medicine. Whenever a case presents with hyper pigmentation, abdominal pain and easy fatigability, we should consider clinically also as a Addison's disease although it is rare in our context. Thus we can reduce the morbidity and mortality from this disease to a great extent.
